In six cases of granulomatous myopathy immunohistological analysis showed a typical pattern with macrophages and T4 cells diffusely distributed throughout the cellular exudate. T8 lymphocytes were interspersed irregularly within the granulomatous cellular infiltrate early in granuloma maturation and in later stages predominantly confined to a lymphocytic mantle surrounding the granulomas. The cellular infiltrate displayed numerous activated HLA-DR and interleukin-2 receptor positive cells including cell proliferation. Increased connective tissue showed strong immunoreactivity for fibronectin and hyaluronate. Muscle fibres were negative for MHC class I molecules. Atrophic muscle fibres expressed desmin, a marker to distinguish desmin positive myogenic giant cells from desmin negative Langhans giant cells.
Generalised granulomatous inflammation of skeletal muscle with giant cell reaction may occur in infectious diseases, in collagenoses, in inflammatory bowel diseases, as a remote effect of neoplastic processes, in association with thymoma or myasthenia gravis, idiopathic especially in elderly woman, and as a typical feature of sarcoidosis. '-4 Although the aetiology of sarcoidosis is still unknown sarcoidosis is considered a disease of increased immunological activity. We studied limb muscle specimens from six patients with granulomatous lesions on routine histological stains. Five patients were subjected to biopsy for diagnosis of sarcoidosis. One patient was suspected of a myopathy in association with an inflammatory bowel disease. The biopsy specimens were frozen immediately in liquid nitrogen and stored at -80°C. Serial transverse sections of 5 ,um thickness were cut at -25°C on a cryostat microtome and left overnight at room temperature.
IMMUNOHISTOCHEMICAL PROCEDURES
For immunohistochemical analysis we used the alkaline phosphatase antialkaline phosphatase (APAAP) technique. Monoclonal antibodies for CD 1 9, CD4, CD8, macrophage, HLA-DR, HLA-ABC, interleukin-2 receptor, Ki67, desmin, vimentin, fibronectin, collagen IV (all Dakopatts), CD11, Leu-7, Leu-l lb (all Becton Dickinson), and hyaluronate (Dr Schleicher, Munich) were diluted with tris buffered saline (TBS) containing 10% fetal calf serum and incubated with the sections at room temperature for 30 minutes. Primary antibodies from rabbit required an additional antibody (monoclonal mouse antirabbit Ig, Dakopatts), which enabled these rabbit primary antisera to react with the bridge antibody (rabbit antimouse immunoglobulin, Dakopatts) in the second step. The bridge antibody was connected with the APAAP enzyme complex (APAAP mouse monoclonal, Dakopatts) in the third step. Finally, the substrate was applied by the fast red method. After immunostaining the sections were stained with haematoxylin and mounted in glycerol-gelatin medium. In control sections, the primary antibody was either omitted or substituted with a non-specific respective Ig subclass.
IMMUNOHISTOCHEMICAL ANALYSIS
The complete analysis was done on 16 consecutive sections and in each section a defined area including an average of 500 muscle fibres was followed and analysed by figure B) . In some granulomas T8 cells could be demonstrated throughout the granulomatous infiltrates (figure C) whereas in a second type of granulomata T8 cells were located as a rim around the granuloma but were absent in the centre (figure D). Most of these T8 lymphocytes were CD 1 1 positive cells whereas T8 lymphocytes within the granulomata were often CD 11 negative. Cytotoxic T cells invading non-necrotic muscle fibres were never seen. At all sites of muscle, T4 lymphocytes oumumbered T8 cells. '6 We found an enhanced expression of fibronectin as well as of hyaluronate within and around granulomas together with an increase of connective tissue. Increases in both extracellular matrix components are also described for bronchoalveolar lavage fluid in sarcoidosis."7 Although the destruction of muscle fibres seems to be mainly secondary by derangement and compressive destruction there is evidence that monocytes and macrophages are able to release a type IV collagenase which may impair the muscle plasma membrane. '8 Atrophic
At the present time, we are not able to view our results of immunohistological analysis as specific for sarcoidosis. Perhaps, more specific markers will be of diagnostic help. Nevertheless, there are some features specific for granulomatous myopathy and of diagnostic use for differential diagnosis in inflammatory myopathies. ' This is a highly impressive and well researched text book covering every aspect of modem neurovascular surgery. The editors have assembled 125 contributors who are all well respected in their fields. As a result, the text book is extensive with global reference. The book is divided into six main parts consisting of general principles, occlusive disease, haemorrhagic conditions, vascular compression, spinal vascular disease, and vascular injuries. All sections are well covered and include essential medical neuroanaesthetic and interventional aspects as well as the direct surgical descriptions. Despite multiauthorship, the editors appear to have kept overlap down to an absolute minimum.
What I found particularly impressive was the detail in which the key trials and clinical papers have been documented. As a result, I have found the book useful in extracting key material and figures with ease. The extensive coverage makes this book suitable for interested parties other than surgeons. I just wonder whether it may have been more appropriately entitled "The Treatment of Neurovascular Conditions" so as not to deter the non-surgical community. I would personally recommend this book to neurointensivists and neuro-radiologists in addition to neurosurgeons of all grades.
In summary, this really is an excellent book which has been put together by highly respected workers in the discipline of neurovascular conditions. I The book opens with an excellent discussion on the causes of parkinsonism and how these relate to idiopathic PD (IPD The diagnosis and pathology of IPD having been established, the question then arises as to what causes the neurons to be lost. Irwin and Langston begin by presenting possible mechanisms of cell death, although no discussion on the ontogeny of the nigrostriatal pathway is given. This is a shame as it may be relevant to the mechanism of cell death in the disease state. Nevertheless, the possible cellular mechanisms that cause the dopaminergic neurons to be lost is then taken up in later chapters that specifically address the possibilities of endogenous and exogenous toxins as aetiological agents, including a discussion of MPTP itself. This discussion on toxins raises the further question as to whether levodopa itself is toxic to the nigral dopaminergic neuron and so catalyses the disease process. A significant amount of in vitro work is omitted from the discussion but the overwhelming work from those studies agrees with the conclusion put forward in this book-namely, that although this is a theoretical risk there is no convincing evidence that it is a dominant factor driving the pathogenesis of this condition.
The only criticisms I have of this book are minor ones, in that some of the chapters read rather too much like lists (for example, chapter 7) whilst others are unnecessarily technical (for example, chapter 11 on assessment of predictors). Overall, though, this book is good fun. It presents a large amount of information in an interesting and critical way and I would therefore strongly recommend it to all who wonder at the cause of this major neurodegenerative disorder.
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